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The Medical Eye Unit, St Thomas' Hospit4 London SEI 7EH Keywords: superior oblique; trochlear nerve; haemangioblastoma Bilateral superior oblique weakness is most commonly the result ofblunt head trauma, damaging the trochlear nerves close to their exit from the midbrain. Intrinsic brainstem, cerebellar or meningeal disease causing trochlear nerve damage is usually associated with other major neurological deficit. We report a case of bilateral superior oblique weakness due to a cerebellar haemangioblastoma, with papilloedema but no other neurological signs. A Hess chart showed bilateral superior oblique weakness. Examination ofthe fundi showed bilateral papilloedema. No retinal angiomata were seen. There were no signs of cerebellar or other neurological dysfunction. Investigations which were normal included serum electrolytes, full blood count, liver function tests, prolactin, lateinizing hormone follicle-stimulating hormone. Her haemoglobin was 14.1 g/dl. Skull X-ray showed erosion of the posterior clinoid processes and a copper-beaten skull vault. CT scan ofthe head showed enlargement ofhe lateral and third ventricles. In the upper part ofthe fourth ventricle, obstructing the cerebral aqueduct, was a round hyperdense lesion which enhanced with intravenous contrast igure 1). Left vertebral arteriogrphy showed a vascular mass within the cerebellar vermis supplied predominantly by branches of the superior cerebellar arteries.
She underwent posterior fossa craniectomy (Professor L Symon). After splitting the vermis a tumour was found arising from it but with a secondary attachment to the floor of the ventricle above the acoustic strias. The tumour was projecting into the upper part of the fourth ventricle and completely occluding the cerebral aqueduct which was dilated. The tumour was removed completely, and a ventriculoperitoneal shunt was inserted. Postoperative ataxia improved over a few weeks. On exammaiosi 4 months postoperatively her visual acuity remalned 6/5 on the right and 6/9 on the left. She still had an abnormal head posture with chin down. Cover test at 6 m showed a minimal latent divergent squint and at % m showed a minimal latent convergent squint. Prism cover test at 6 m revealed an esophoria of 6 dioptres and at % m an exophoria of6 dioptres. Ocular rotations showed weakness ofthe left superior oblique and slight weakness ofthe right superior oblique. Hess chart confirmed these findings. Excyclotropia fixing with the right eye in downgaze measured 150 to the left and 100 to the right. Fixing with the left eye in downgaze it measured 80 to the le ft and 120 to the right.
Histological examination of the tumour showed a haemangioblastoma.
Discussion
When both trochlear nerves are damaged due to trauma, the pathological mechanism is believed to be either avulsion of the nerves at the root entry zone or compression of the anterior medullary velum against the cerebellar tentoriuml. This may occur in either major or apparently minor closed head trauma. It seems most likely in our patient that the fourth nerves were damaged at the point of decussation as this appeared to be close to the site of origin of the tumour. A number of reports of bilateral superior oblique weakness have appeared recently. These are summarized in Table 1 . Almost all reported cases ofbilateral superior oblique weakness are due to trauma. Of the other cases reported, multiple sclerosis and myasthenia gravis are not true examples of nerve palsy. Of the reports in the ophthalmological literature (many ofwhich deal with the treatment of the lesions described) the only case due to a tumour is a patient with en astrocytoma6. The lack of other tumour cases in these studies may in part be due to the poor prognosis of brainstem tumours, making surgical correction of squints inappropriate. In a series of 8 non-traumatic palsies7, 3 patients had a pinealoma, 2 had decompensated hydrocephalus, one had a sub-dural haematoma with herniation and one had a midbrain infarction. The 8th patient had the chance occurrence of sequential fourth nerve palsies in mononeuritis multiplex. With the exception ofthis last case, all ofthese patients had other midbrain signs including supranuclear paralysis of upward gaze, pupillary light: near dissociation and convergence-retraction nystagmus. On reviewing the reports relating to unilateral superior oblique weak-ness, closed head trauma is again a common cause whereas cerebral tumours are unusual"3. The latter are again typically accompanied by evidence of other widespread neurological damage. It is of particular interest that our patient presented with bilateral fourth nerve damage due to a tumour with papilloedema but no other neurological signs, and particularly no other dorsal midbrain signs.
Cerebellar haemangioblastomas account for 7-12% of posterior fossa tumours"4. They may be both multiple and recurrent. Ihpproximately 10% of patients they are part of the vo. Hippel Lindau disease complexan autosomal dominant condition with incomplete penetrance in which spinal cord, brainstem or cerebellar haemangioblastomas occur, assiated with retinal angiomas and abdominal tumours and csts15. To date our patient has not shown any of these aciated abnormalities. This case indicates that the finding of acquired fourth nerve palsy without a history ofhead trauma should prompt investiwation for a lesion in the posterior fossa. The absence ofother doral midbrain signs does not exclude the possibility of a tumour near this site.
